Introduction
Myocardial abscesses, a common complication of acute bacterial endocarditis, rarely give rise to localizing symptoms or signs. They are usually small and widespread within the myocardium (Sanson, Slodki and Gruhn, 1963) or adjacent to valve rings (Sheldon and Golden, 1951) . Their presence is often masked by the clinical features of severe systemic infection. The incidence and progression of myocardial abscesses are related to the virulence of the organism and the extent of systemic infection. Grampositive organisms are the most frequent offending bacteria. In a series of 29 cases of myocardial abscesses, derived from 14 160 post-mortems, 23 were caused by staphylococci, 3 by streptococci and 2 by pneumococci (Flaxman, 1943) . In Sheldon and Golden's study (1951) (Zettner and Irmiere, 1959; Langaker and Svanes, 1973 (Sheldon and Golden, 1951) . The development of atrioventricular conduction disturbances during the course of aortic valve endocarditis indicates deep extension of infection and is associated with a poor prognosis (Roberts and Somerville, 1969) . In the present patient there was incomplete response to appropriate antibiotic therapy and ECG evidence of interruption of atrio-ventricular conduction was present. The development of a continuous murmur coincidental with acute pulmonary oedema, and prominent systolic pulsation in the jugular veins, shortly before death, suggests that fistulous communication between the aorta and right atrium occurred at this time.
Myocardial abscess formation may arise from lodgement of infected emboli in coronary arteries (Langaker and Svanes, 1973) or by contiguous spread from valve rings. Sheldon and Golden (1951) considered, on histological grounds, that valve ring abscesses may be mycotic aneurysms of the vessels supplying the valve ring. It is possible that the ECG evidence of inferior infarction, in the present patient, was due to an infected coronary embolus, but it is felt that direct extension of the septic process, through the annulus fibrosus of the aortic valve into the atrial septum was the most likely pathogenesis of the interatrial abscess. This route was traceable at post-mortem indicating direct spread of infection.
The atrio-ventricular node and part of the conducting bundles are contained within the interatrial and membranous septum which were involved in the abscess and fistula formation. A space-occupying lesion in this position would thus give rise to atrioventricular conduction disturbance. In other reports of myocardial abscess in this position, complete heart block was present, as in this patient (Zettner and Imiere, 1959; Langaker and Svanes, 1973) .
Although myocardial abscess with fistula formation in the interatrial septum is rare, its presence may be suspected when a combination of poor response to adequate antibiotic therapy, conduction disturbances and continuous murmurs occur during 
